chance of her progeny, by a Protestant from Harrow, developing the disorder. In view of a 27% prevalence rate for amyloidosis, primarily involving the kidney (Gafni et al. 1968 ), rectal and renal biopsies both showed no evidence of amyloid. Uterosalpingography showed a large ovarian cyst, and at laparotomy widespread peritoneal adhesions were found, the latter perhaps a result of her recurrent peritonitis. Mr R H, aged 24 Four weeks before admission to hospital in October 1970 he developed malaise and became jaundiced. His girl friend had been jaundiced six weeks previously. His jaundice deepened and serum bilirubin rose to 29 mg/100 ml (90% conjugated). Alkaline phosphatase was normal but the aspartate transaminase was very high. Serum was positive on testing for hepatitis-associated antigen. Five weeks after onset, because of deepening jaundice with severe pruritus, he was started on a short course of prednisolone, initially 60 mg daily for three days. Serum bilirubin fell from 29 to 10 mg/100 ml within one week; thereafter the fall became more gradual, reaching 3 mg/ 100 ml over the next three weeks. Serum aspartate transaminase fell to normal levels during this time. A needle biopsy of the liver showed the features of cholestatic hepatitis. Reticulocyte count at this time was 4.2 %, and red cell fragility tests showed minor abnormalities. He was discharged from hospital in early November 1970.
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On follow up his serum bilirubin remained raised at a mean level of 1.8 mg/100 ml (normal level < 1.0 mg/100 ml) but an increasing proportion of this, up to 95%, was found to be in the unconjugated form. Other liver function tests and reticulocyte count remained normal. Red cell fragility tests also returned to normal, and no abnormal antibodies were detected.
In April 1971 the effects of fasting on his serum bilirubin were observed in hospital. There was a pronounced and progressive rise in the unconjugated fraction to 4 mg/100 ml after sixty hours. This returned to pre-fasting levels a few hours after ending the fast. The conjugated bilirubin level remained at 0.2-0.6 mg/100 ml throughout this time.
He has now been followed for a further year. Unconjugated hyperbilirubinwemia has persisted at similar levels. His main complaints have been of an intermittent lethargy and a feeling of malaise following alcohol. Family studies were limited as a number of his relatives have emigrated, but his mother was also found to have a mild unconjugated hyperbilirubinaemia with a total bilirubin of 1.6 mg/100 ml (72% unconjugated). There was no history of overt jaundice. Comment A cholestatic syndrome not infrequently complicates viral hepatitis and the histological appearance of cholestatic hepatitis can occur with an otherwise uncomplicated clinical picture. Alkaline phosphatase is often, but not always, raised. Steroids reduce the serum bilirubin levels, probably by promoting alternative pathways for bilirubin metabolism and excretion (Williams & Billing 1961) . Typically the fall occurs in two stages, as in this patient, and is less pronounced in obstructive jaundice from other causes.
The particular interest of this patient is that on follow up he was found to have an unconjugated hyperbilirubinemia. The pathogenesis of posthepatitis unconjugated hyperbilirubinxmia has been disputed. Some increase in hemolysis is common during viral hepatitis, and occasionally increased haemolysis persists after the hepatitis has resolved. This would not seem to be the main etiological mechanism in the present patient, who had a normal blood film, reticulocyte count and fragility tests at a time when his unconjugated serum bilirubin was between 3 and 4 mg/100 ml (Berk et al. 1970) . It seems very likely that some of these patients suffer from Gilbert's syndrome and that the diagnosis becomes apparent from the biochemical investigations following the attack of hepatitis. The unconjugated hyperbilirubinaemia found in the mother would support this diagnosis in the present patient.
Gilbert's syndrome is the commonest of the genetic abnormalities of bilirubin metabolism and has been estimated to occur in approximately 1 % of the population. Many affected family members are not overtly jaundiced, so it is not surprising that the syndrome may only be recognized after an attack of hepatitis when biochemical attention has been focused on the liver. Bilirubin levels show a diurnal variation in normal people, but this is more marked in patients with Gilbert's syndrome and is particularly apparent following fasting. The results on fasting Mr R H were very similar to those found by Felsher et al. (1970) in a group of patients with Gilbert's syndrome, in whom the rise was much more dramatic than in fasting normal subjects.
The single case presented here exemplifies the possibility that post-hepatitis unconjugated hyperbilirubinemia is not a specific complication of hepatitis but is the normal state of a subject with Gilbert's syndrome who has recovered from an incidental attack of hepatitis. Mr A H, aged 33. Shoe shop manager History: Attacks of rheumatic fever occurred at the age of 12 and 27 and mitral and aortic valve disease followed the first attack. In December 1969, at age 30, he was first treated with digoxin and diuretics for increasing breathlessness. By October 1970 he had developed clinical signs of aortic, mitral and tricuspid valve regurgitation. Before this admission for cardiac assessment he had been able to cope with his work and had no new symptoms apart from a progressive but moderate restriction of exercise tolerance.
On examination: No fever but marked malar flush and moderate clubbing of fingernails. Liver palpable at 4 cm and spleen at 10 cm below costal margin. Pulses collapsing, with prominent systolic waves in jugular venous pulse. Systolic thrill at left sternal edge, loud ejection murmur and early diastolic murmur, pansystolic murmur at apex.
Investigations: Hb 15.8 g/100 ml. WBC differential counts within normal range. ESR variable at 27-62 mm in 1 hour (Westergren). Moderate rise of P and y globulins and mild disturbance of liver function tests, compatible with hepatic congestion. Blood urea 5.6 mmol/l. Repeated blood cultures negative. Antibodies to Rickettsia burnetisee Table 1 . Chest X-ray showed some cardiac enlargement, with prominence of upper lobe vessels. ECG showed sinus rhythm with incomplete right bundle branch block.
Management: Intravenous penicillin and streptomycin were given until the diagnosis of rickettsial endocarditis was made, when he was given tetracycline (Lymecycline) in a total dose of 2 g/day.
Cardiac catheterization with angiograms confirmed gross mitral regurgitation with aortic and tricuspid valve regurgitation. After treatment for three months with tetracycline, excision of the diseased valves and homograft replacements were carried out in September 1971 (Mr M H Yacoub, at Harefield Hospital). The mitral valve was severely deformed with nodular calcification and the cusps of the aortic valve were thickened and shrunk. The tricuspid valve ring was dilated and a small secundum atrial septal defect was discovered. The aortic and mitral valves were replaced with homografts, the atrial septal defect was repaired, and tricuspid annuloplasty carried out.
Postoperative progress has been good and four months after operation he returned to his usual work with only slight residual exertional dyspnoea. Digoxin and diuretics were stopped and at six months after operation, the heart valves all appeared clinically fully competent. A reduction of the Phase I antibodies has occurred (Table 1) . It is proposed to continue therapy with tetracycline 2 g daily for at least two years. Discussion Q fever endocarditis is uncommon but needs to be excluded as a cause of any suspected infective endocarditis and distinguished from the more common bacterial forms from which it cannot be differentiated clinically. Kristinsson & Bentall (1967) reviewed a total of 16 cases. A further 10 have been reported (Meyers 1968 , Walters 1968 , Williams et al. 1968 , Lamb et al. 1969 , Morgans & Cartwright 1969 , Turck & Matthews 1969 , Hurley 1970 , Tunstall Pedoe 1970 and Freeman & Hodson 1972 .
It is of interest that there has been a predominance of males in the reported cases; among the 26 described and the present patient, there were 23 males and 4 females. The aortic valve is more commonly affected than the mitral; in 23 of
